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A B S T R A C T
Subacute encephalopathy with seizures in chronic alcoholism (SESA) was ﬁrst described in 1981 by
Niedermeyer who reported alcoholic patients presenting with confusion, seizures and focal neurological
deﬁcits and is quite distinct from patients presentingwith typical alcoholwithdrawal seizures. EEG often
reveals periodic discharges and spikes, but SESA presenting with non-convulsive status epilepticus has
rarely been described.
We report a case of SESA with non-convulsive status epilepticus in a patient who was initially
suspected of having a typical alcohol withdrawal seizure.
A 61 year old woman with a history of chronic alcoholism was admitted at an outside hospital for
confusion thought to be secondary to an alcohol withdrawal seizure. She had right hemiparesis and later
developed right facial twitching that did not respond to intravenous fosphenytoin and levetiracetam. She
was transferred for furthermanagement. Upon arrival, lorazepam and fosphenytoinwere given and right
face clonicmovements resolved. However, continuous EEGmonitoring revealed ongoing non-convulsive
status epilepticus (NCSE). Following treatmentwith IV valproate and lacosamide, therewas resolution of
NCSE.
SESA is likely an under recognized clinical syndrome that is quite distinct from typical alcohol
withdrawal seizures and requires a different diagnostic and management approach. NCSE is likely to
account for the encephalopathy and focal neurological deﬁcits seen in patients presenting with the
clinical syndrome of SESA. Therefore, a high degree of suspicion is warranted and continuous EEG
monitoring is recommended for alcoholic patients with encephalopathy and focal neurological deﬁcits.
 2011 British Epilepsy Association. Published by Elsevier Ltd. All rights reserved.1. Case report
A 61 year old woman with a history of chronic alcoholism,
alcohol withdrawal seizures and hypertension was admitted at an
outside hospital for confusion and right hemiparesis. CT of the
head was positive for basal ganglia calciﬁcations, but was
otherwise unremarkable. A routine EEG showed diffuse 6 Hz
background slowing. A subsequent stroke evaluation including
repeat CT head, carotid Dopplers and transthoracic echocardio-
gram were all negative. Laboratory data was unremarkable
including urine drug screen and tests of hepatobilliary function
(AST = 40 U/L, ALT = 14 U/L, total billirubin = 0.4 mg/dL and ammo-
nia = 50 mmol/L). Alcohol level was less than 7 mg/dL.
She subsequently developed right facial twitching which did
not resolve following intravenous loads of fosphenytoin and
levetiracetam. She was transferred to the ICU at our facility for
further evaluation including continuous EEG monitoring.* Corresponding author. Tel.: +1 404 778 5943; fax: +1 404 778 3358.
E-mail address: slaroch@emory.edu (S.M. LaRoche).
1059-1311/$ – see front matter  2011 British Epilepsy Association. Published by Else
doi:10.1016/j.seizure.2011.02.008Neurologic exam upon arrival revealed the patient to be
lethargic and unable to follow simple commands with a left gaze
preference, right facial twitching and right hemiparesis. There was
hyperreﬂexia on the right upper and lower extremity with a right
Babinski sign. Total phenytoin level was 11.4 mg/mL.
Initial MRI of the brain showed T2 and FLAIR hyperintensities
involving the cortical gray matter in the left frontal, parietal and
temporal lobes (Fig. 1). Diffusion weighted imaging demonstrated
several areas of restricted diffusion and reduced apparent diffusion
coefﬁcients in the same regions of the left hemisphere.
Lorazepam and an additional load of fosphenytoin were given
and right facial twitching resolved. However, continuous video
EEG monitoring revealed frequent left hemisphere electrographic
seizures consisting of evolving, rhythmic spike and slow wave
discharges lasting 10–20 s, maximal in the left temporal and
parietal regions (Fig. 2). In between electrographic seizures, the
EEG revealed left hemisphere periodic lateralized epileptiform
discharges (PLEDs). The electrographic seizures and periodic
discharges were seen in the same distribution as the imaging
abnormalities. The patient was diagnosed with subacute enceph-
alopathy with seizures in alcoholics (SESA) and non-convulsivevier Ltd. All rights reserved.
[()TD$FIG]
Fig. 1. Axial FLAIR images on initial presentation demonstrating cortical hyperintensities in gyriform pattern in the left frontal, temporal and parietal lobes.
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followed by lacosamide and had gradual resolution of NCSE
followed by clinical improvement in mental status and resolution
of right hemiparesis.
One month after discharge this patient was readmitted at an
outside hospital for another prolonged episode of confusion with
right hemiparesis and right limb focal seizures. It was determined
that she had been non-compliant with antiepileptic medications.
Lacosamide and valproate were restarted and she returned to
baseline. Repeat MRI revealed improvement of the prior T2, FLAIR
and DWI hyperintensities (Fig. 3).
2. Discussion
Surprisingly few cases of SESA have been noted in the literature
since the original description of 7 cases by Neidermeyer in 1981.1–8
Although many cases have been associated with periodic[()TD$FIG]Fig. 2. EEG sample showing typical brief left hemisphere electrograplateralized discharges on routine EEG, to our knowledge there
have only been two other case reports of SESA and NCSE conﬁrmed
by EEG.5,6 However, this is the ﬁrst reported case of SESA and NCSE
diagnosed by continuous EEG monitoring. As noted, a routine EEG
was performed on our patient at the transferring facility which
revealed background slowing but no seizures or epileptiform
discharges were detected. This ﬁnding clearly illustrates the
importance of cEEG monitoring in the evaluation of alcoholic
patients presentingwith the clinical ﬁndings of confusion and focal
neurological deﬁcits even without report of clinical seizures.
Fernandez-Torre reported the ﬁrst two cases of patients
presenting with the clinical syndrome of SESA and frequent
complex partial seizures documented on serial EEG recordings
supporting NCSE as integral to the clinical symptoms of SESA.5,6 In
fact, the same authors suggest that SESA should be considered a
speciﬁc subtype of NCSE given its unique clinical, EEG, imaging and
prognostic features.7 Initial reports describing the neuroimaginghic seizure, maximal in the left temporal and parietal regions.
[()TD$FIG]
Fig. 3. Axial FLAIR images 2 months after initial presentation demonstrating resolving hyperintensities.
Table 1
Differentiating alcohol withdrawal seizures from SESA.
Alcohol withdrawal seizures SESA
Seizure type Generalized tonic clonic Generalized tonic clonic, complex partial, simple partial
Timing Within 48–72h of alcohol cessation Up to several days after alcohol cessation or not related to cessation
Exam No focal abnormalities Reversible motor deﬁcits
EEG Normal or diffuse slowing Focal slowing, periodic lateralized discharges (PLEDs) or recurrent seizures
MRI No acute abnormalities chronic vascular lesions Reversible T2 ﬂair hyperintensities chronic vascular lesions
Chronic AED treatment No Yes
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presence of potentially epileptogenic, chronic vascular lesions
have been noted.4,6 Bugnicourt was the ﬁrst to describe a single
case of SESA with transient cortical MRI abnormalities that are
indistinguishable from cortical hyperintensities often associated
with complex partial status epilepticus.8 The EEG in his case
showed periodic lateralized epileptiform discharges which re-
solved the following day, but noted no electrographic seizures.
These ﬁndings gave further evidence to the hypothesis that SESA
may be a subtype of NCSE. We believe that our case further
conﬁrms that the clinical ﬁndings of encephalopathy and focal
neurological deﬁcits seen in patients who ﬁt the clinical syndrome
of SESA are likely secondary to NCSE, which may or may not be
preceded by focal clinical seizures.
The question remains whether SESA is a distinct pathological
entity or simply a descriptive term which can be applied to
alcoholics who coincidentally present with NCSE. Studies have
shown that the incidence of status epilepticus is increased in
alcoholic patients compared to the general population.9,10 In
addition, one retrospective study found seizures with focal
features in 40% of alcoholics presenting with status epilepticus.10
Since many of these patients do not undergo continuous EEG
monitoring, it is not surprising that this constellation of clinical
ﬁndings has previously been considered a distinct clinical
syndrome without clear relationship to NCSE.
Our case also illustrates a second very clinically relevant point:
SESA may be under recognized as many prior cases may have been
misdiagnosed as isolated alcohol withdrawal seizures with
prolonged postictal confusion. This is particularly true given that
most reports of patients with SESA also had a history of prior
alcohol withdrawal seizures. However, there are signiﬁcant
differences between these two entities both in diagnosis and
subsequent treatment options (Table 1). As noted in our patient,
prolonged encephalopathy, hemiparesis as well as focal onset
seizures clearly differentiate SESA from alcohol withdrawalseizures. In addition, patients with SESA are at risk for seizure
recurrence and should be treated with anti-epileptic drugs in
contrast to patients with simple alcohol withdrawal seizures.
3. Conclusion
NCSE should be considered as an underlying etiology for all
patients presenting with the clinical syndrome of SESA even
without clear documentation of clinical seizures.
The occurrence of SESA is likely underestimated as many
patients may be misdiagnosed with alcohol withdrawal seizures.
An accurate diagnosis is critical since these patients should
undergo continuous EEG monitoring to exclude non-convulsive
seizures and require long term treatment with antiepileptic
medications to prevent recurrence.
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